Introduction
Supratentorial cortical ependymomas (CE) are unique tumor with very few cases reported so far in the literature. They occur in the superficial cortical ribbon and have no connection with the ventricular lining. [1] . These tumor have relatively benign course and shows close relationship with the recently described entity -angiocentricglioma (AG). [2] Case Report Grade I for myxopapillary ependymoma. [5] The mean age of presentation is 27 ± 19 years. [3] They frequently, but not always present with seizures, but despite their high association with epilepsy they are hardly seen in temporal lobe. [6] Our patient also presented with seizure although had a mass in frontal lobe. The pathogenesis of ependymoma remains uncertain. Some suggest that they originate from cell type other than terminally differentiated ependyma since they arise at sites where ependymal cells are absent. [6] Hegyi et al. in their reported case of ectopic retinal ependymoma proposed their origin from Muller cells, concluding that glial cells with progenitor properties are the cell of origin for these tumor rather than terminally differentiated ependyma. [7] Progenitor cell hypothesis could be suggested to explain the origin of CE as their occurrence in teratomas seem to support this view. [8] [9] [10] Roentgenographically, it shows a well-defined solid to cystic mass located in peripheral cortical rim with minimal associated vasogenic edema. [3] On squash cytology it reveal cellular smear comprised of tumor cells in papillary pattern against fibrillary background with focal area showing perivascular pseudorosettes. The cells show round nucleus with stippled chromatin and 1-2 small nucleoli. [11] Histopathology shows true ependymal rosettes and perivascular peudorosettes which are the characteristic features defining these tumors. Less typical morphological features that can be seen include tanycytic, epithelioid and clear cell features. [3] . Rarely it can show additional spindle cell component and schwannian like nodules features that are typical of AG as described by Lehman. [12] . Our case did not show the above described features ruling out the possibility of AG. AG are seizure associated tumor characterized by an angiocentric pattern of growth, monomorphous bipolar cells and features of ependymal differentiation. [13] The close differential that can also be considered for this tumor is astroblastoma, which also reveals rosettes which have shorter and stouter cytopasmic processes when compared to rosettes of ependymoma. [14] Immunohistochemistry plays a pivotal role in differentiating these two entities as EMA shows dot like positivity in ependymomas, which is characteristic for this tumor. [2] Anaplastic Grade III ependymomas are characterized by increased cellularity, marked mitotic activity, microvascular proliferation and pseudopalisading necrosis. It is important to identify anaplastic ependymoma as it shows increased chances of recurrences and requires radiation therapy along with survival resection. [1] Metastatic seeding along the CSF pathway is frequently seen and is widespread in anaplastic form. [1] Hence, preoperative CSF examination for ruling out metastatic seeding along with postoperative MRI to evaluate the extent of excision is mandatory. Surgical excision is the main modality of treatment in Grade II ependymomas, whereas anaplastic ependymomas require surgical resection along with radiation therapy. [12, [15] [16] [17] [18] [19] The 5 year survival rate as described by Metellus et al. is 57.1% ±8.7%. [20] Therefore CE appear to have a relatively favorable prognosis as compared to other ependymomas. However, it is unclear if their indolent behavior depends on an earlier presentation due to cortical involvement, their accessibility in addition to resectability or their intrinsic pathobiology. [21] Gender, histopathology type, location of tumor, extent of surgery, patient age at diagnosis plays an important role in the prognosis of these tumor. [22, 3] 
